summARY An upper respiratory tract infection in a 22-month-old boy was followed by rapid loss of consciousness, hypoglycaemia, uraemia, and death. Necropsy examination showed fatty change of liver and kidneys, severe cerebral oedema, bronchiolitis, and endocardial fibroelastosis affecting the left ventricle. Immunofluorescence staining showed infection with respiratory syncytial virus (RSV). The clinical and pathological findings were those ofReye's syndrome, not previously reported accompanying RSV infection.
Reye et al. (1963) described a syndrome of acute encephalopathy and fatty degeneration of the viscera. The association with an acute respiratory virus infection has often been noted, but respiratory syncytial virus (RSV) has not, to our knowledge, been implicated. We report a fatal case of Reye's syndrome associated with a RSV infection. Case report A boy of 22 months developed a mild upper respiratory tract infection with nonproductive cough and coryza which was treated with a proprietory linctus. On the 3rd morning he did not wake at the usual time but was seen by his mother at 8.30 a.m. to be sleeping peacefully with normal respirations. At 9.30 a.m. she found him blue, limp, and dyspnoeic.
On admission one hour later he was found to have peripheral vasoconstriction, central cyanosis, and to be in shock. Systolic blood pressure was 60 mmHg, pulse 88/min, and respiratory rate 48/min. He responded only to painful stimuli, his respirations were shallow, noisy, and irregular. There was diminished air entry, particularly on the left, coarse moist sounds and expiratory rhonchi were present bilaterally. The liver was not palpable. Retinal examination and reflexes were normal. His condition deteriorated rapidly; coma deepened, muscle tone increased, plantar responses became extensor. Treatment with dextrose/saline, hydrocortisone, antibiotics, and oxygen was ineffective; he died 3 hours after admission.
Investigations. Total WBC count 18 800/mm3 (18 8 x 109/1) with mild neutrophilia, blood urea 69 mg/100 ml (11 5 mmol/l), bicarbonate 17 mEq/l, blood sugar 10 mg/100 ml (0 56 mmol/l), CSF and blood cultures were sterile. Nose and throat swabs yielded normal flora.
Necropsy. A well nourished baby boy 89 cm crown/ heel length, weighing 11 *6 kg. The brain was swollen (1170 g); slicing after fixation showed obliteration of sulci. The larynx was injected, trachea and main bronchi contained purulent mucus, and the epithelium was swollen and purplish. The lungs were bulky with petechial haemorrhages and foci of collapse throughout (right 110 g, left 102 g). The heart was slightly enlarged (64 g) but anatomically normal, left ventricular hypertrophy and dilatation with pearly white thickening of the left ventricular endocardium was present, valves healthy. The liver was enlarged (554 g), pale yellow, and greasy to touch. Other organs were healthy.
Histological examination of the liver showed gross fatty change throughout the lobules and fat droplets present in renal tubular epithelium. In the lung, bronchi and bronchioles were plugged with mononuclear cells, lining epithelium was cuboidal, and the wall infiltrated by inflammatory cells with patchy extension into alveoli. A subendocardial layer of fibroelastic tissue was present in the left ventricle. There was cerebral oedema but no inflammatory cell infiltration of brain or meninges. configuration. The frequency of a mild prodromal illness may partly explain the association with salicylate ingestion, although in one report several children were taking high doses of salicylate (Linneman et al., 1975) . Aflatoxin ingestion has been incriminated in some countries, but its precise role is unknown (Hogan etal., 1978) . The most commonly reported association is that of Reye given for a total of 19 days and he made a full recovery. Although chloramphenicol blood levels were initially satisfactory, they fell rapidly during the first few days of IV treatment (Figure) . The biological half-life of chloramphenicol fell from 7 h 18 min on the 3rd day to 4 h 6 min on the 5th. 
